The Middlesex Hospital, London This paper describes various neurological diseases produced by metals to illustrate the common ways in which toxic disorders arise in our modern environment. At the turn of the century anyone interested in neurotoxicity of metals would probably have studied inorganic lead, inorganic mercury and arsenic as occupational hazards. Although control of exposure is still important, it is a triumph of public conscience and government legislation that neurological disorders due to these metals are virtually non-existent in this country today. I do not propose to consider them further. Nowadays, our environment is poisoned, doctors poison their patients and people poison themselves to such an extent that more toxic illnesses occur today than during the height of the industrial revolution. I Barnes and Stoner18 commented that trimiethyltin produced a very similar clinical picture in rats to that produced by triethyl-lead, but different from triethyltin. The different morphological basis for the syndrome produced by the two tin compounds has already been described. Because of the similarity of the syndrome produced by triethyl-lead and trimethyltin, further pathological studies were carried out on rats intoxicated with triethyl-lead at Carshalton. The lesion produced by triethyl-lead had previously been thought to be a reversible biochemical one without morphological change. Seawright et at29 have now described a specific hippocampal lesion following triethyl-lead administration affecting very much the same segments of the hippocampus as trimethyltin (fig 2) . Triethyl-lead does, however, produce more widespread damage, particularly in the brain stem.
Data about the effects of limbic lesions in man is scanty and so these toxic lesions should be of interest. Organo-lead toxicity has been thought to be completely reversible in man, but more subtle psychometric testing of previously exposed subjects would be of great interest in view of the permanent neuronal destruction in rats, which also appear to recover clinically from acute intoxication.
One further report is worth mentioning. (fig 4) , and assumed to be a background incidence. Thus at similar levels of exposure there appears to be no difference in toxic threshold for acute or chronic exposure. I mention one further study which illustrates how useful it is that methylmercury accumulates in hair and acts as a marker of previous exposure. Iraqi women grow long hair and so the marker remains for some time. By estimating peak mercury levels in mothers' hair, the degree of exposure has been correlated with neurological abnormalities in children who were in utero during the epidemic." The incidence of cerebral palsy in the children increased at maternal peak hair concentrations of 99 ppm. This was a lower figure than had been expected and shows the particular vulnerability of the foetus. The study also confirmed that the neurological syndrome that occurs following exposure in utero is much less specific than that which develops during adult life.
At the time of the episode in Iraq there was some anxi-ety as to whether it was dangerous to eat large amounts of fish. Much less was then known about human dose-response effects and we felt that a biological way of estimating toxicity would be useful. Cavanagh 
